Abstract: Ever since the disorder of proteins is the main cause for many diseases. As compared with other disorders, the major reason that causes disease is of structural inability of many proteins. The potentially imminent availability of recent datasets helps one to discover the protein disorders, however in majority of cases, the stability of proteins depend on the carbon content. Addressing this distinct feature, it is possible to hit upon the carbon distribution along the sequence and can easily recognize the stable nature of protein. There are certain reported mental disorders which fall in to this category. Regardless, such kind of disorder prone protein FMR1p (Fragile X mental retardation 1 protein) is identified as the main cause for the disease Fragile X syndrome. This paper deals with the identification of defects in the FMR1 protein sequence considering the carbon contents along the sequence. This attempt is to evaluate the stability of proteins, accordingly the protein disorders in order to improvise the certain Biological functions of proteins to prevent disease. The transition of the disorder to order protein involves careful considerations and can be achieved by detecting the unstable region that lacks hydrophobicity. This work focuses the low carbon content in the FMR1 protein so as to attain the stable status in future to reduce the morbidity rate caused by Fragile X syndrome for the society.
I. INTRODUCTION:
Fragile X syndrome evolves its greatest threat to human kind with severe mental retardation and in general known as genomic syndrome due to the expansion of trinucleotide gene sequence (CGG) within X chromosome [1, 2, 3, 4] What if the gene expands? And what could be the effects? To address these issues, it is been identified that the CGG repeat get amplified just before the coding region and intensely disrupts the final end product FMR1 protein, thus the expression of FMR1 protein is hindered [5, 6, 7] . This results in macroorchidism (enlargement of the testicles), large ears, prominent jaw, and high-pitched, jocular speech [8, 9, 10, 11, 12, 13, 14, and 15] . People with fragile X syndrome is believed to have 55 to 200 CGG repeats whereas the normal individuals have 6-54 CGG sequences [16] . Ultimately it results in methylation of FMR gene and the biological function of the FMR1 protein like translational efficiency and/or trafficking of certain mRNAs is disturbed and remains unstable [17, 18] . It is intended that the unstable protein lost its nature to fold itself to involve in biological process. Current research shows that carbon content along the sequence plays important role in maintaining the stability of the proteins and it has been proved 31.45% carbon content prefers to promote the stable nature of protein [19] . With this analysis, the disordered region of the protein sequences can be identified for further research programs. Henceforth the development of robust scientifically informed guidance on how best to improve the stable nature of protein need to be implemented for better function of FMR1 protein to depose the Down syndrome. In this work we attempt to show the nonstable region of the FMR1 protein based on carbon composition that is responsible for the misfolding of proteins.
II. RESEARCH BACKGROUND:
Many research works are based on the folded confirmation of the proteins so as to retrieve the tertiary structure and to carry out specific biological function. Nonetheless, most of the proteins remain unfolded and thus reported as disordered proteins. As a result, it involves complex scientific, ethical and political considerations such as whether and how best to deal the protein disorder [20] . The role of FMR1 protein results in many functions as stated above. Kwon et al., 2001 in his work says the expression of FMR1 protein inherently increases the activation of parietal lobe and also involved in early brain development. It also accelerates the regulation of protein synthesis in synapses [17] . The estimation of FMR1 protein expression within neurons is been done by Yucui Chen et al., 2010. All these works adds weight to the importance of FMR1 protein.
All previous studies have shown that FMR1 gene alone is considered unlikely to pose unique risks and also FMR1p found to accelerate all normal neural functions [22, 23] . Such gene expansion will disrupts the expression of FMR1p and ends up in synaptic abnormalities. As a result many functions of synaptic proteins are up or down regulated and ultimately affect the neurotransmission and ends up in some neuronal disorders [24] . Such defect in FMR1p expression is found likely to be reporting some adverse events like dendritic abnormalities [25] . Finally the main cause of Fragile X syndrome is found to be associated with the defects in FMR1 protein expression.
III. METHODOLOGY:
The goal is to understand the molecular level of FMR1 protein. CARBANA (www.rajasekaran.net.in/tools/carbana.html) has window size limit and the chosen window size is 700 as its sequence length is 632. The DisProt shows 41% disorder in FMR1 Protein. It is analyzed with its carbon composition and has been visualized (Fig 1) .
IV. RESULTS AND DISCUSSION:
FMR1 gene and FMR1 protein intricately get involved in Fragile X syndrome. The initiative of this work focused on disorder portion of the FMR protein sequence. It gives the analysis to certain extent with which the unstable portion of the protein is predicted with the help of C program CARBANA. It tried to cover the disorder portion to the maximum by estimating the carbon distribution along the sequence. The misfolding and unfolding region of protein depends on carbon content and protein acquires its stable form with 31.45% carbon (Sneha et al., 2011) . If any change in the carbon content happens, it leads to the disorder. The prediction of disorder portion helps to figure out the root cause for fragile X syndrome. Figure 1 represents the disorder region of the protein and at the molecular level; we tried to show the carbon distribution with the provided input. As a result the amino acid position and its carbon composition are predicted and visualized (Table 1 ). 
V. CONCLUSION:
Overall analysis provides an evidence of disorder portion of the protein FMR1. This striking observation of this analysis helps to identify the disorder in FMR1 protein. Our finding of protein sequence below the normal carbon content (31.45%) indicates the protein can misregulate and that approximates the reported gene disruption. Our work greatly expands to detect the possible cause of malfunctioning of the protein in causing fragile X syndrome. It provides potential insights in to underlying mechanism such as the failure of FMR1 protein expression due to disorder nature and unfits to fold itself to attain certain conformations to perform its biological function. Further studies using recent technologies can explore the translation of disorder to order protein. 
VII. APPENDICES

